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The mechanism of reperfusion injury in ischemic cerebral infarction

XUE Fang, WANG Juan,PENG Li-wei,ZHAO Ying, WU Bing-jie
( Department of Neurology,East District of the Second Hospital of Hebei Medical University ,Shijiazhuang 050000 , Hebei , China)

[ Abstract] The mechanism of cerebral reperfusion injury in ischemic cerebral infarction is extremely complex. At present, the re-
search has gone deep into the molecular level,,and it is believed that it may be closely related to acidosis, inflammatory reaction , nitrida-
tion stress, oxidative stress, Ca’* overload, apoptosis, energy metabolism disorder, blood-brain barrier damage, mitochondrial dysfunc-
tion , excitatory amino acid over release, etc. For this reason, this study searched the literature about the injury mechanism of cerebral in-
farction reperfusion (1 / R) through Chinese National Knowledge Infrastructure (CNKI) ,PubMed and other databases at home and a-

broad, providing a reference for the research and development of therapeutic drugs and clinical treatment in the future.
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